There have been five reported instances of polymyositis and diffuse fibrosing alveolitis in the one patient (Mills and Mathews, 1956; Goldfischer and Rubin, 1959; Hyun, Diggs, and Toone, 1962; Pace, Decker, and Martin, 1963; Sandbank, Grunebaum, and Katzenellenbogen, 1966) . Additional but less definite cases were reported by Pace et al. (1963) , in which the pulmonary changes were more suggestive of the arteritis of systemic sclerosis, and by Peralta and Carril (1962) , in which there was no histological confirmation of alveolitis.
We suspect that some instances of coexisting polymyositis and fibrosing alveolitis are unrecognized because both conditions are treated with corticosteroid drugs (Scadding and Hinson, 1967; Rose and Walton, 1966) , which could mask the manifestations of the coexisting condition or result in myositis being diagnosed as a 'steroid myopathy'. We present a patient with fibrosing alveolitis who was not treated with corticosteroids; florid polymyositis was noted at necropsy.
CLINICAL DETAILS
The patient was a 60-year-old Greek woman. Physical examination in hospital in June 1968 showed no fever, a respiratory rate of 20/minute, and bronchial breathing at both lung bases with fine crepitations to the mid-scapular level. There was slight swelling of all metacarpophalangeal joints, slight scaling of the skin over the joints of the hands, and pitting of the nails. The chest radiograph showed mottling of both lung bases (Fig. 1) . Examination of the sputum for cells and micro-organisms, bronchoscopy, and bronchography all gave normal results. Respiratory function tests showed progressive restriction, ventilation-perfusion imbalance with a small amount of true veno-arterial shunting and a gas transfer defect (Table) . An open lung biopsy showed Necropsy section of the posterior pharyngeal muscles (Fig. 3) showed necrosis and regeneration of muscle fibres, phagocytosis of necrotic fibres, interstitial fibrosis, and infiltration with lymphocytes and plasma cells. Similar changes were seen in all muscles examined; Fig. 4 shows a focus of necrosis with lymphocyte aggregation in the right deltoid muscle.
AUTOIMMUNE SEROLOGICAL INVESTIGATIONS Serological tests for autoantibodies were performed as described by Whittingham and Mackay (1969) . Tests for LE cells, antinuclear factor, rheumatoid factor, and cold agglutinins were negative. A portion of the lung biopsy was snap frozen and cryostat sections were examined by immunofluorescence for deposited immunoglobulin: none was detected.
DISCUSSION
The coexistence of fibrosing alveolitis has been described with several suspected autoimmune diseases including rheumatoid arthritis (Scadding, 1969) , chronic hepatitis (Turner-Warwick, 1968 Sjbgren's disease (Tomasi, Fudenberg, and Finby, 1962) , and autoimmune haemolytic anaemia (Mackay and Ritchie, 1965 An attractive hypothesis, similar to that proposed by Dixon (1968) (1965) .
Although polymyositis is also associated with rheumatoid arthritis and other possible autoimmune diseases (Rose and Walton, 1966) , its status as an autoimmune disease is even less certain.
Search for circulating autoantibodies in polymyositis has been unrewarding (Caspary, Gubbay, and Stern, 1964) . Two experimental studies suggest that a disturbance of cellular immunity may be concerned. Dawkins (1965) produced a histological lesion similar to human polymyositis by injection of heterologous skeletal muscle into guinea-pigs; when these animals were subsequently tested, they showed delayed-type skin responses to skeletal muscle. Kakulas (1966) Fibrosing alveolitis and polymyositis tion to rheumatoid arthritis and fibrosing alveolitis; a single pathogenetic process common to both diseases was only one of several possible explanations considered and, although it seemed the most likely, such a common process has yet to be formally demonstrated. A similar conclusion is applicable to the present association of polymyositis with fibrosing alveolitis. The evidence cited above suggests the presence in both conditions of processes which could be broadly regarded as 'autoimmune', but the pathways in the two diseases differ. In fibrosing alveolitis the available evidence points to an abnormality of humoral immune mechanisms, whereas the experimental findings pertaining to polymyositis, if indeed applicable to the human disease, are more suggestive of an abnormality of cellular immune mechanisms.
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